margin and extremely firm. Liver minimally enlarged. There was deficient lacrimation. Schirmer's test 5 and 7 mm. Widespread conjunctival and corneal staining with Rose Bengal. Less than 0.5 ml saliva secreted in 20 min.
Investigations: Hb 11.9 g/100 ml, WBC 199 600/ mm3 (186 000 lymphos.), platelets 130 000/mm3, ESR 11 mm in 1 h (Westergren). Peripheral blood film: typical of chronic lymphatic leukemia, which was confirmed by sternal marrow examination. Immunofluorescent antibody tests: negative for antinuclear, thyroid, parietal cell and smooth muscle antibodies. Weak antibody against salivary duct epithelium was present. Sialography: punctate sialectasia of parotid and submandibular glands.
Response to chemwtherapy: On treatment (Dr I Chanarin) with chlorambucil and prednisone there was very marked regression of salivary gland, lymph node and splenic enlargement, which had virtually all disappeared after four months. There was no increase in salivation or in tear formation, but the patient felt considerably better.
Discussion
This patient had clinical manifestations typical of Sj6gren's syndrome without arthritis (sicca syndrome). It is well recognized that this can be produced by other diseases directly infiltrating exocrine glands, such as chronic lymphatic leukimia, lymphosarcoma, sarcoidosis and tuberculosis (Schaffer & Jacobsen 1927) , which should be excluded. In these secondary infiltrations, lacrimal gland enlargement is more commonly seen than in Sjogren's syndrome, in which it is extremely rare. A useful site for histopathological confirmation of Sj6gren's syndrome is the labial mucosa (Chisholm & Mason 1968 
Mr W P, aged 61 History: He had always been thin. 1962, Polya-Hoffmeister gastrectomy for large (6 x 3 cm) lesser curve gastric ulcer; histology showed a benign peptic ulcer with surrounding atrophic gastritis. Postoperative weight fell to 51 kg (8 st), eating pattern changed to frequent small meals (with a good intake of meat and green vegetables) and a snack at bedtime. July 1971, difficulty in swallowing solids, which tended to stick at the cricopharyngeal level; no dysphagia for fluids. Bowel function normal, with no evidence of bleeding or melena. December 1971, became breathless on exertion, developed right-sided chest pain exacerbated by breathing, and a cough productive of small amounts of yellow sputum. Chest symptoms worsened despite treatment and were his main complaint. Family history: His sister and his mother had iron-deficiency anmmia with koilonychia. On examination (13.1.72): Emaciated anemic man, weighing 51 kg. Temperature 39°C (102.5°F). Tongue smooth, gross koilonychia. Respiratory rate was increased, with reduced breath sounds and dullness to percussion at the right base. Investigations: Hoemoglobin 7.8 g/100 ml with microcytosis and hypochromia. Serum iron 39 ,g/100 ml, total iron-binding capacity 282 ,ug/ 100 ml, percentage saturation 13.8. Serum folate <2 pg/100 ml, serum vitamin B12 60 ng/ml.
Fmcal occult blood test negative on three occasions. Blood urea, electrolytes, calcium, phosphorus, and liver function tests were all normal, except for serum albumin reduced to 2.1 g/100 ml. Pentagastrin test showed complete achlorhydria. Auto-antibody studies including those for gastric parietal cells were all negative. Sternal marrow showed normoblasts with iron deficiency changes; iron staining revealed only scanty storage iron. Jejunal biopsy showed normal jejunal mucosa.
Barium swallow demonstrated an cesophageal web (Fig 1) , which was confirmed on cesophagoscopy as a pliable crescentic fold.
Chest X-ray (Fig 2) : Lung abscess with fluid level in apical segment of right lower lobe. There was an associated pleural effusion containing turbid fluid with protein content raised to 4 g/ 100 ml. Sputum grew a heavy growth of pure Staph. pyogenes. Treatment: The anemia failed to respond until parenteral iron was given, together with folate and cyanocobalamin. Even then response was slow and he was transfused with 2 litres of blood. It was thought that the lung abscess was impeding haemopoiesis and that, as treatment for this became increasingly effective, the anemia would improve; and this was so.
The association between iron deficiency, dysphagia and post-cricoid web in middle-aged women has long been recognized (Paterson 1919 , Kelly 1919 . It is rarely seen in males; New (1951) reported a single case, and Wynder & Fryer (1958) and Brunton & Eban (1960) each described 4 males with this triad.
The web occurs in the cervical cesophagus, usually at cricopharyngeal level, and is of a uniform thickness, rarely exceeding 2 mm (Seaman 1967). The etiology of the web and its relationship to the dysphagia remain uncertain; iron deficiency, though commonly associated, has not been indicted as the prime factor. Iron administration does not necessarily improve the dysphagia and, even when it does, regression of the web may not follow. Simple dilatation of the esophagus, with or without iron therapy, usually relieves the dysphagia; relapses after this mancuvre are often resistant to iron therapy (Kirchenberger & Flett 1946) . Wynder & Fryer (1958) proposed that iron deficiency was not the sole factor, since over half their patients with web and dysphagia had no *evidence of sideropenia. Trowel (1960) observed that in regions of East and Central Africa, where there was a high incidence of iron deficiency, the Paterson-Kelly syndrome was extremely rare, and concluded that the effects of sideropenia varied with environmental and constitutional factors.
In their study of the epidemiology of the Paterson-Kely syndrome Elwood et al. (1964) also dissociated post-cricoid dysphagia from iron deficiency; and Vinson (1922) actually attributed the dysphagia to hysteria. Jacobs & Kilpatrick (1964) found the Paterson-Kelly syndrome could arise in patients with gastric atrophy either before or after anmmia (pernicious or sideropenic) had developed. Dysphagia could occur in uncomplicated pernicious anemia and thus iron deficiency did not seem essential to its appearance. In view of the high incidence of achlorhydria and subnormal vitamin B12 absorption, Jacobs & Kpatrick suggested that the syndrome was best associated with the genetically determined gastric atrophy found in pernicious anemia patients, and that iron deficiency was a secondary feature.
Conclusions
Mr W P had an iron deficiency aneemia with associated koilonychia and glossitis, an atrophic gastritis and esophageal web. In view of the strong family history of iron-deficiency aneemia and koilonychia, it is postulated that this case supports the hypothesis of the Paterson-Kelly syndrome as a genetically determined mucosal abnormality which includes atrophic gastritis and cesophageal web and that the iron deficiency is a secondary phenomenon.
It was thought that the lung abscess resulted from a nocturnal 'spill-over' infection from his obstructed cesophaguspossibly a side-effect of his late-night eating habit. Zadek I (1950) Journal ofBone andJoint Surgery 32A, 433 Mr A G Cox (Northwick Park Hospital, Harrow, Middlesex) said that the abscess might not necessarily have been due to actinomycosis throughout. The recurrences might well have been due to difficulty in getting adequate drainage. Often the only way of dealing with these problems was to lay open the whole cavity, with a prolonged period of packing the wound so that it could granulate from the base.
